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Painless transient paraparesis as the solitary
manifestation of aortic dissection
Laura van Zeggeren, MD,a Evert J. Waasdorp, MD,a Bart H. van de Worp, MD, PhD,b
Susanne T. Meijer, MD,a Frans L. Moll, MD, PhD,a and Gert J. de Borst, MD, PhD,a Utrecht,
The Netherlands
We present a 62-year-old man with acute and temporary paraparesis of the lower extremities as the solitary symptom of
an anterior spinal artery syndrome caused by a type B aortic dissection. Ischemia of the spinal cord was confirmed by
magnetic resonance imaging. Neurologic symptoms resolved completely within 6 hours and conservative treatment was
successful up to 8 months follow-up. Our report illustrates that painless, transient neurologic deficit can be the only
presenting symptom of acute aortic dissection and that aortic dissection should be part of the differential diagnosis of
acute paraparesis. ( J Vasc Surg 2011;54:1481-4.)
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TThe clinical manifestation of aortic dissection can be
diverse, and the classic symptoms suggestive for the diag-
nosis are absent in up to 10% of patients.1-3 Neurologic
deficit due to spinal cord ischemia caused by occlusion of
the anterior spinal artery occurs in 2% to 10% of all patients
but rarely is the only presenting symptom and rarely is
completely reversible.1,2
We report a patient in which transient neurologic im-
pairment was the solitary presenting symptom of acute
aortic dissection.
CASE REPORT
A 62-year-old man presented at the emergency department
(ED) because of sudden bilateral weakness of both legs. Working
on his computer, he experienced a sudden oppressive sensation
around the abdomen, with subsequent numbness and a complete
paralysis of both legs. While being transported to the ED approx-
imately 30minutes later, both strength and sensation had returned
in the right leg. In the left leg, sensation had also returned, but
strength was not completely normal. Apart from atrial fibrillation,
for which he used aspirin instead of a vitamin K antagonist at his
own request, and a lumbar laminectomy for sciatica 30 years
before, no previous disease was reported. There was no history of
diabetes mellitus, hypertension, or vascular disease. The patient
had quit smoking more than 10 years ago.
Upon arrival at the ED, the patient was hemodynamically
stable, with a blood pressure of 170/84 and 180/89mmHg at the
left and right arm, respectively, and an irregular heart rate of 85
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doi:10.1016/j.jvs.2011.05.007eats/min. No signs of cardiac, pulmonary, or abdominal abnor-
alities were present at further physical examination. The extrem-
ties were well-circulated with normal bilateral pulsations of the
adial- and femoral arteries and normal bilateral ankle-brachial
ndexes (1, triphasic). Neurologic examination, performed by
he attending neurologist, revealed a bilateral segmental sensory
mpairment of the thoracic segments 9–12. The sensory examina-
ion with pin prick and touch was normal in both legs. The
ensation for vibration was absent in the toes, but otherwise
ormal. The strength of the right leg was unimpaired, but in the
eft leg, a moderate paresis of the iliopsoas muscle (Medical Re-
earch Council-scale [MRC] 3), quadriceps muscles (MRC 4), and
oot extensor muscles (MRC 4-) was present. The knee tendon
eflexes were absent on both sides. Both ankle and plantar reflexes
ere normal.
Laboratory testing showed a hemoglobin value of 9.6
mol/L (normal range, 8.0-11 mmol/L). Electrocardiogram
onfirmed atrial fibrillation. Plain radiography showed no fractures
f the cervical, thoracic, and lumbar spinal column. Computed
omography angiography (CTA) of the thorax and abdomen,
erformed because of suspected spinal cord ischemia, revealed a
enetrating ulcer of the proximal descending aorta with a dissec-
ion reaching from the origin of the left subclavian artery to 4 cm
roximal to the aortic bifurcation (Figs 1 and 2). The celiac trunk,
uperior and inferior mesenteric arteries, and both renal arteries
erived from the true lumen of the aorta. Acute and partly revers-
ble paraparesis of the lower extremities, most likely caused by
pinal cord ischemia (anterior spinal artery syndrome) due to a type
aortic dissection, was diagnosed.
The patient was admitted to the intensive care unit and was
reated conservatively with intravenous labetolol up to 4200
g/24 hours to keep systolic blood pressure below 120 mm Hg.
ecause of atrial fibrillation, intravenous heparin was started,
hich was subsequently replaced by dalteparin in a daily dose of
8.000 U, and eventually by a vitamin K antagonist. A urinary
atheter was placed in the ED to assess urinary output.
The day after admission, magnetic resonance imaging (MRI)
f the thoracic spinal column showed a patchy increased signal
ntensity of the anterior spinal cord between T3 and T7 on the
2-weighted images, particularly on the right side, compatible
ith ischemia in the area supplied by the anterior spinal artery (Fig
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November 20111482 van Zeggeren et al3). On CT and MRI, there were no signs of relevant postsurgical
changes to the spine or degenerative arthrosis, and no signs of
spinal stenosis, arteriovenous malformation, or syrinx.
During admission, intravenous labetolol was switched to oral
antihypertensive medication resulting in a stable blood pressure
below 120mmHg. A second neurologic examination performed 1
day after admission revealed full recovery of the deficits described
above. Urinary retention, which occurred after removal of the
urinary catheter, resolved over a 3-week period.
Before discharge 10 days after admission, a control CTA
showed no alteration of the dissection. During the following
weeks, blood pressure was regularly checked by the general prac-
titioner and systolic pressures were varying between 100 and 120
mm Hg. In addition to the antihypertensive medication and vita-
min K antagonist for atrial fibrillation, a statin was started for
Fig 1. Computed tomography angiography (CTA) of t
penetrating ulcer of the proximal descending aorta and
level of the celiac trunk (arrow). A standard control
penetrating ulcer at the site of entry at the aortic arch.
decrease of the ulcer in both diameter and volume. The
visible at celiac trunk level.plaque stabilization. nAt the 8-month follow-up, the patient was in good general
ondition. On the scheduled follow-up CTA, the penetrating ulcer
as still visible at the site of entry at the aortic arch, but distinct
bsorption of the thrombus was noted (Fig 1).
ISCUSSION
Aortic dissection is a rare condition. Reports suggest an
xpected incidence of five to 30 per 1 million individuals
er year.4,5 The overall mortality rate for all dissections is
pproximately 80% without treatment.6
The most common presenting symptom of aortic dis-
ection is acute and severe pain, located substernal, inter-
capular, or midback.1,4 However, pain is absent in approx-
mately 5% to 10% of cases or can have an intermittent
haracter.2,7 The reason that some patients may experience
orax and abdomen at admission (upper images) reveals a
ection with thrombotic false lumen reaching below the
at 8-months follow-up (right images) still shows the
urement in a three-dimensional fashion shows a slight
distinct absorption of the thrombotic false lumen, alsohe th
a diss
CTA
Meas
re iso pain from an aortic dissection is unclear.5
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Volume 54, Number 5 van Zeggeren et al 1483Neurologic signs and symptoms of aortic dissection are
eported in 8% to 33% of cases.5,8 These neurologic com-
lications can be categorized as cerebral ischemia, ischemic
eripheral neuropathy, or spinal cord ischemia, depending
n the site of dissection.9 Dissection of the aorta may lead
o occlusion of the origin of various arteries, including
hose supplying the spinal cord, resulting in ischemia of the
nterior part of the spinal cord. The clinical entity is known
s the anterior spinal artery syndrome.6,9 The syndrome is
haracterized by paraplegia, areflexia, loss of pain, and
emperature sensation, but preserved vibration and joint
osition sensation (because the dorsal columns are supplied
y the posterior spinal arteries) and urinary retention.5,8,10
Blood supply to the spinal cord is complex and variable.
he main vessels are the anterior and posterior spinal
rteries, both running along the length of the spinal cord
ith blood supply from various anastomotic arteries. The
argest radicular artery, known as the artery of Adamkie-
icz, supplies the lower thoracic and lumbar spinal cord
nd usually arises on the left side of the aorta at the level of
9-L2, but has a variable anatomy.10
In a previous review, acute paraplegia or paraparesis
ccurred in 4.2% (range, 2%-8%) of aortic dissection pa-
ients, usually as an accompanying symptom.5 Urinary re-
ention can be a characteristic feature of the anterior spinal
rtery syndrome and occurs when a complete or partial
pinal cord lesion isolates the segmental innervations from
ortical control.10 In the presented case, the urinary reten-
ion resolved completely after removal of the catheter.
The occurrence of transient neurologic symptoms is
enerally attributed to temporary occlusion of the vessel
rigin by movement of intimal flaps or decompression of
he false lumen back into the aortic (true) lumen.5 Painless
y (CTA) showing the relationship between the penetrat-
artery (right image). At thoracic level, there is flow of
mage, arrowhead).Fig 2. Reconstruction of computed tomography angiograph
ing aortic ulcer (arrow), the dissection, and the left subclavian
contrast visible in the otherwise thrombotic false lumen (left iFig 3. Magnetic resonance imaging (MRI) scan of the thoracic
spinal column shows focal increased signal intensity of the anterior
thoracic spinal cord on the T2-weighted images particularly on the
right side (arrow). This is compatible with ischemia in the area
supplied by the anterior spinal artery. There is a clear dissection ofransient neurologic impairment being the only manifesta-
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November 20111484 van Zeggeren et altion of aortic dissection, as was the case in our patient, has
rarely been described by others. A review of the literature
yielded only two similar cases published in the last 20
years.2,8 However, in none of the cases, ischemia of the
spinal cord was confirmed by imaging.
The underlying condition of the anterior (spinal) artery
syndrome in our patient was a penetrating aortic ulcer
(PAU) and subsequent aortic dissection. The optimal ther-
apy for PAU is still controversial.11 Some urge the necessity
of an aggressive approach toward surgical treatment,12
others advocate that stable patients with PAU of the de-
scending aorta should be managed nonoperatively with
tight blood pressure control and careful follow-up.13
Our choice for conservative treatment was based on the
rapidly improving clinical condition of the patient, the
stable situation of the dissection, and the localization of the
PAU and dissection distally from the left subclavian artery.
CONCLUSION
Our case report illustrates that transient signs of
spinal cord ischemia can be the solitary presenting symp-
tom of aortic dissection. The classic symptom of thoracic
pain may not always accompany aortic dissection. Aortic
dissection must be part of the differential diagnosis in
patients with acute paraparesis.
The authors thank Dr T. Witkamp, radiologist, for his
contribution to the selection of images in this case report.
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